cortical atrophy visible macroscopically. The microscopic changes were present in the cerebral cortex, especially in the deeper layers. Comparable changes were noted in the cerebellum and in the cord in 5 cases. One patient had infarct-like lesions in the hypothalamus. There was no histological evidence that these lesions were the result of arterial degenerative disease. It appeared that they were the result of proliferative changes in the vascular endothelium. This was noted in 2 other cases as well, but unassociated with necrosis or degeneration.
Vasculitis has been described in association with cceliac disease by Doe et al. (1972) who reported 4 cases, in each of whom cryoglobulins were present. It was thought that these were deposited in the vessel wall and caused the vasculitis. No cryoglobulins were found in our patient.
It is well recognized that patients with migraine may experience unilateral limb symptoms; a third of patients are said to be affected in this way at some time and there may also be associated speech difficulty. Bradshaw & Parsons (1965) reviewed 76 such cases. All had sensory as well as motor symptoms, and the hand was affected in every case. In almost all cases the symptoms were simultaneous with severe hemicrania. In one case pain was absent but the patient experienced typical fortification spectra.
Conclhsion
This young patient, with a history of migraine since the age of 14, developed adult coeliac disease. At the time when her symptoms had become bad enough to bring her to hospital she developed an acute cerebrovascular lesion, an uncommon event at this age.
Post-mortem studies have shown the presence of focal lesions in the brains of patients dying of coeliac disease. Apart from attacks of loss of consciousness, symptoms which could be ascribed to such lesions have not been noted in life. Here is a patient with adult coeliac disease who develops focal neurological signs. I would like to suggest that these could well be related to such a cerebral lesion. He wondered if the cerebral vascular incident had been due to cerebral vascular malformation, especially as the patient gave a history of migraine since the age of 14. The cerebral vascular episode should be investigated as a separate episode, especially as the EEG was reported as abnormal.
Dr M L Clark said that a number of neurological lesions had been described in cceliac disease but nothing similar to this had previously been reported. It should be remembered that cceliac disease was very common (approximately 1 in 4000 of the normal population) and therefore the association with a cerebral lesion could be coincidental. Mrs M H, aged 62, is remarkable for the range of major diseases from which she has suffered in the last twenty years. In the early 1950s, she had pulmonary tuberculosis and also underwent hystero-salpingo-oophorectomy for a tuberculous pyosalpinx. In 1963, she underwent a laparotomy for alimentary complaints: the operation consisted of bypasses of thickened segments of small intestine, thought clinically to be tuberculous but without histological confirmation. A pelvic lymph node showed a caseating granulomatous inflammation characteristic of tuberculosis but acidalcohol-fast bacilli were not demonstrated. Antituberculous triple therapy was given.
In 1971 she was first seen at Northwick Park Hospital, when an abdominoperineal resection of rectum was done to remove a large villous papilloma of the rectum. Histological examination of the resected specimen showed a focus of adenocarcinomatous change with invasion through the muscularis into submucosa.
After a stormy convalescence she remained well until one year later when she developed a vaginal discharge of faces. At laparotomy, a fistula was found between the vaginal stump and the terminal ileum, which was cedematous, thickened and inflamed. An extended right hemicolectomy was done and the histology of the diseased ileum had the features of Crohn's disease and not of tuberculosis. Apart from a traumatic fracture of the humerus, she has remained well since this latest operation. Three features of this case will now be discussed in more detail.
Crohn's disease and alimentary tuberculosis: The patient had suffered from previous pelvic tuberculosis but the diagnosis of ileal Crohn's disease in the hemicolectomy specimen was substantiated by the characteristic pathological features (Fig 1) and none of those associated with intestinal Fig 2 Excised rectum which has been openedshowing extensive (8 x 12 cm) villous papilloma. Note the area ofcentral rugosity which microscopically showed adenocarcinomatous change tuberculosis (Tandon & Prakash 1972) . The ileum showed irregular, serpiginous mucosal ulcers. There was transmural chronic inflammation with lymphadenoid hyperplasia and fissures leading from the mucosa down into the muscularis propria. Ill-formed scanty granulomas were found in the bowel wall and in adjacent nodes; they were discrete, non-confluent and without necrosis. Submucosal widening was prominent with marked oedema and ectatic lymphatics. There was no evidence of fibrosis or repair in the ileal wall. In view of the present histological findings, it is likely that the bowel lesions in 1963 were also of Crohn's disease but this remains uncertain because they were not biopsied.
Crohn's disease and carcinoma of the large bowel: Up to one-third of patients with villous papilloma of the colon and rectum are found to have malignant changes on histological examination of the specimen. This woman's papilloma measured 12 x 8 cm and its centre was occupied by an adenocarcinoma (Fig 2) . In 1970 Lennard-Jones reported 14 cases in whom coincident cancer of the large bowel and Crohn's disease had been described. Perrett et al. (1968) found colonic cancer in 3 of 82 patients with Crohn's disease; this represents an incidence of about 4% which is much higher than that reported in any other series. Indeed, a direct association between Crohn's disease and colonic cancer has yet to be established. In our patient the two diseases were at completely different sites and we have no reason to suppose that their occurrence in this patient is other than coincidental.
Crohn's disease and the urinary tract: Apart from fistula to the bladder, little attention has been directed to the urinary complications of Crohn's disease. However, Schofield (1967) commented on the frequency of delayed excretion from the right kidney, and Deren et al. (1962) reported a 7% incidence of renal stones in patients with Crohn's disease. Present et al. (1968) drew attention to right hydronephrosis and hydroureter in Crohn's disease. In our patient a fistula developed between the lower left ureter and ileum. The fistula was asymptomatic and subsequently was replaced by a narrowed segment of the lower ureter, without evidence of a fistula. These features were first noted after the abdominoperineal resection of the rectum and may represent accidental trauma at that operation. Alternatively, they may be direct complications of the Crohn's disease. Mr A G Cox said that the important immediate problem was to know the correct diagnosis of the disease in the ileum with its fistula to the vaginal stump. If the diagnosis were tuberculosis, then appropriate antituberculous therapy would be required. On the other hand, a diagnosis of Crohn's disease would call for different management. Some would suggest that Crohn's disease should be dealt with by immunosuppressive therapy. However, the evidence for the value of this type of treatment was really rather tenuous. In this patient, Mr Cox felt that Crohn's disease must be the 'working diagnosis' and he had decided that careful supervision was the right approach.
Dr M L Clark said that two controlled trials of azathioprine in the treatment of Crohn's disease had in fact been carried out (Rhodes et al. 1971 , Willoughby et al. 1971 . In one of the trials it had been shown that patients treated with azathioprine could be maintained in remission without steroids, although at the present time there was no evidence that one could induce a remission with azathioprine alone.
said that if the patient had had ileoctcal tuberculosis, surely there would have been calcification in the mesenteric lymph nodes which would have been visible on the plain abdominal radiograph.
Hiemoglobin Nottingham, , BFG 5(98) S E, girl born 5.6.70 History: The patient was born after a full-term, normal delivery, the second child of English parents. Her elder brother is normal. There is no family history of anemia. Jaundice, anemia and hepatosplenomegaly were not present at birth and she developed normally until the age of 9 months, when she was started on oral iron because of pallor. When she was one year old she was admitted to Nottingham Children's Hospital for investigation of diarrhoea and vomiting. She was found to be pale, mildly icteric and to have an enlarged spleen. Investigations showed a haemoglobin of 5.2 g/100 ml with 50 % reticulocytes and a bilirubin of 1.9 mg/ 100 ml. Glucose-6-phosphate dehydrogenase and pyruvate kinase assays were normal. Her urine was of normal colour and no excess porphyrins or abnormal pigments were detected.
Her diarrhcea and vomiting settled and her hemoglobin rose to 7.2 g/100 ml, at which level she appeared well. She was discharged home without transfusion, to be followed as an outpatient.
During the next year she continued to develop normally despite a continuing aneemia of 6-7 g/ 100 ml, with about 50% reticulocytes. When she was 2 years old she suffered from a further gastrointestinal upset and her heamoglobin fell again to 5.0 g/100 ml. She was referred to the Hammersmith Hospital for further investigation.
On examination: She was pale and icteric, the spleen was palpable 3 cm below the left costal margin and her skull was moderately 'bossed'. In herself, she was well and lively, though she tended to become tired easily. There was no difficulty in feeding and her developmental milestones were normal.
Investigations: Hb 6.7 g/100 ml, red cells 1.99 x 106/,ul, PCV 24%, reticulocytes 49%, white cells 18 300/,l with a marked left shift, nucleated red blood cells 5000/,l and platelets 184 000/4ul. Serum bilirubin 1.7 mg/100 ml. The peripheral blood film showed marked anisocytosis, poikilocytosis, polychromasia and basophilic stippling. Heinz bodies were not present in the fresh peri-
